Proc. roy. Soc. Med. Volume 66June 1973 16 disease, compared with a 3 % incidence in those with no family history (Cady 1970) . These considerations may have particular relevance to the proposed national screening trials for breast cancer.
Mr Ian Burn said that a curious feature was that the stage of development of the cancer in the younger patient was about two years behind that in her sister. The age difference between the 2 sisters was also two years. It was tempting to attribute the occurrence of the lesions to a genetic influence rather than to coincidence or some common environmental factor.
Mr A G Cox (Northwick Park Hospital, Harrow) said that the suggestion seemed to be that daughters of women with breast cancer had a particular liability to develop the disease. If this was true, then breast cancer should be on the increase since it was a disease which largely affected women after child bearing. Did the statistics show an increase in the community? (Westergren) . Splenic venogram showed patent splenic and portal veins with extensive cesophageal varices. Splenic pressure raised at 30 mmHg. Hepatic wedge pressure at upper limit of normal at 14-16 mmHg indicating an intrahepatic presinusoidal vascular block. EEG normal. Treatment: 9.6.72: Splenectomy and splenorenal anastomosis. Good postoperative recovery apart from a mild fever which lasted ten days and settled spontaneously. At follow-up liver function tests: bilirubin 0.5 mg/100 ml, alkaline phosphatase 435 iu, SGOT 72 units/ml, albumin 3.6 g/ 100ml. Histology: Wedge liver biopsy showed extensive granulomatous infiltration ofthe liver parenchyma and portal tracts. The granulomata were of two types: either well defined, with epithelioid macrophages, Langhans' giant cells and surrounding inflammatory cells, or more disorganized with no well-defined outline. Reticulin staining showed some increase in fibrosis but no cirrhosis.
Discussion
The causes of hepatic granulomata are varied and an excellent classification is given by Guckian & Perry (1966) . In this case, full investigation failed to show any specific cause for the granulomata and they are therefore classified as hepatic granulomata of unknown cause. The most common causes of hepatic granulomata are sarcoidosis and (Vilinskas et al. 1970 , Maddrey et al. 1970 . We have seen this case and one other, making a total of 23. Why portal hypertension should only occur in this small number of cases is not clear, but it is suggested that the intensity of granulomatous infiltration and the position of the granulomata within the portal tracts may be significant factors. The histology of the present case would be compatible with both these theories. The portal hypertension is presinusoidal in type (Sherlock 1968 ).
Maddrey reported 2 cases with proven postsinusoidal hypertension and proposed that arteriovenous shunts developed in relation to the granulomata, causing increased hepatic blood flow with secondary increased vascular resistance and thus portal hypertension. This hypothesis has yet to be proved. Other workers suggest that granulomata may progress to fibrosis and true cirrhosis with its typical postsinusoidal hypertension. Serial liver biopsies in isolated cases have shown progression from a relatively normal liver with granulomata to a frankly cirrhotic liver, but other workers express the opinion that the cirrhosis in these cases is purely coincidental.
Specific treatment of these patients, when indicated, has been confined mainly to corticosteroids. Decrease in hepatosplenomegaly as well as improvement in jaundice and liver function tests has been reported. Histological reports (Mistilis et al. 1964 , Mather et al. 1955 , Kelley & McHardy 1955 have shown a decrease in the size and number of granulomata, but in the latter two reports the healing process was sometimes associated with an increase in fibrosis. Thus, although steroids may have some benefits, these may be outweighed by possible aggravation of fibrosis which may lead to portal hypertension.
As in other conditions, portal decompression should only follow gastrointestinal hemorrhage. A splenorenal anastomosis was used in this case as postoperative portosystemic encephalopathy is said to be less frequent in this type of shunt (Linton et al. 1961 , Grace et al. 1966 .
Dr M L Clark said that the precise definition of sarcoidosis was very important; in some ways it would be better to suggest that the patient reported by Dr Nutting (see below) had granulomata of unknown etiology whereas this patient had sarcoidosis.
Acute Hepatic Sarcoidosis M G Nutting MRCP DCH (for K P Ball MD FRCP) (Central Middlesex Hospital, London NWJO 7NS) Jamaican woman, aged 18. Telephonist History: She has been in this country since 1965, and presented in 1972 with a six-month history of malaise, headaches, weight loss and altered behaviour. She had auditory hallucinations and her friends had noticed that she had become very introverted, fatuous and distant. During this time she had had a mumps-like illness lasting a few days.
On admission she showed this behaviour disturbance and was feverish, but there were no other significant findings. Initial investigations showed only a raised ESR; the blood film, CSF, blood, urine and AFB cultures, chest X-ray, agglutinations and ANF were all normal. Mantoux test was negative.
During the next two weeks her temperature continued to swing and she had rigors. She developed marked hepatosplenomegaly with the liver 8 cm and spleen 2 cm below the costal margin and she was severely ill. Liver biopsy showed a granulomatous infiltration suggestive of either tuberculosis or sarcoidosis. Acute sarcoidosis was considered the more probable. Investigations: Mantoux test, ANF, all AFB culturesnegative; Kveim retention negative on two occasions but both during steroid treatment. Liver biopsy: diffuse granulomata, no fungi or AFB seen. Alkaline phosphatase 200 iu. Protein strip: increased gamma globulins. Bilirubin 1.4 mg; BSP retention 14% in 45 min; liver enzymes normal. Mumps antibodies not suggestive of recent infection.
